Rac and Cdc42 activation may also stimulate other effectors that affect CLIP-170 behavior on microtubules. Active Rac stimulates the kinase PAK, resulting in phosphorylation of the microtubule catastrophe factor stathmin/Op18 on serine 16 [5] . As this phosphorylation decreases the catastrophe activity of stathmin/Op18, it could enhance pausing of microtubules. Cdc42 also activates a dynein/dynactin dependent pathway to stimulate reorientation of the microtubule organizing center (MTOC), and this is likely to involve microtubule cortical interactions (see below). Whether 'activation' of dynein affects CLIP-170 activity is not known, though CLIP-170 and dynein are known to interact through Lis1 and dynactin [6] .
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